SUMMARY A 27 year old man had attacks of violence for three years before he died in 1945. Necropsy revealed multiple cavernous angiomata of the brain. This man's daughter died in 1969 at the age of 28 years after a year of intermittent headaches. Necropsy showed a large cavernous angioma in the right temporal lobe. Until now the literature has contained only scanty circumstantial evidence for a familial occurrence of cavernous angiomata of the brain.
CASE 1 (Neuropathology no. 2910). The patient, a chef, was first seen at the Royal Infirmary, Edinburgh, on 2 January 1945 when he was aged 27 years. He was said to have had meningitis when he was 6 and had suffered from headaches since. In 1942 he was discharged from the army after a 10-week illness that consisted mainly of vomiting. During 1943 and 1944 he had several episodes of violence in which he was noisy and threw furniture about. He lost consciousness once. In June 1944 his wife separated from him and took their child, a daughter then aged 3 years, with her.
On examination the optic discs showed slight pallor but there were no visual field defects. The right pupil was larger than the left and the reactions to light and convergence were sluggish on both sides. There was slight nystagmus on looking to the left and the corneal reflexes were depressed. Lumbar puncture surprisingly showed an initial pressure of 220 mm cerebrospinal fluid but the fluid itself was otherwise normal. There were no other abnormal CNS signs. Advice that he should see aneurosurgeon was not accepted.
He was treated with phenobarbitone for his psychomotor attacks but in May 1945 he was readmitted to hospital because of impaired hearing. Examination showed severe bilateral ptosis, pin-point pupils, and severe limitation of eye movements. There was some degree of bilateral middle ear deafness but no gross facial weakness. Lumbar puncture revealed an initial pressure of 330 mm cerebrospinal fluid. Stereoradiograph views of the skull showed no abnormality. He now agreed to be seen by a neurosurgeon.
Operation was carried out on 23 May 1945 by Mr. N. M. Dott. Ventriculography demonstrated a very extensive internal hydrocephalus with no filling of the aqueduct. Slight forwards displacement of the 3rd ventricle suggested a space-occupying lesion in the midbrain. A right parieto-occipital osteoplastic bone flap was raised and the approach was carried through the superior longitudinal fissure. An expanding lesion that could not be removed was present in the pineal neighbourhood and a Torkildsen tube was inserted to relieve the hydrocephalus.
Lumbar drainage was continued for some days and there was little if any improvement in his condition. He died suddenly on 4 June 1945.
At necropsy the body was that of a well-developed, well-nourished male with a healed right occipital scalp incision. The bone flap was bulging and the skull showed well-marked erosion of the posterior clinoid processes. The dura, leptomeninges, and basal vessels appeared healthy. The cerebral hemispheres showed marked gyral flattening andthefloorof the third ventricle was especially distended. Two areas of brownish discoloration each about 1-0 cm in diameter were present over the convolutions near the left temporal pole. No abnormalities were found in other systems other than purulent bronchiolitis. In particular there were no vascular lesions outside the brain.
Serial coronal slicing of the brain after fixation showed a 1-0 cm diameter angioma in the left inferior frontal' ;71 gyrus ( Fig. 1) , a 15 cm diameter angioma with recent haemorrhage in the left temporal pole (Fig. 2) , a 1 0 cm diameter angioma in the roof of the vestibule of the right lateral ventricle (Fig. 3) , and a 2-5 cm diameter angioma replacing the posterior half of the midbrain (Fig. 3 ). This midbrain angioma lay chiefly behind and above the aqueduct, but also encircled it and there was a marked degree of hydrocephalus of the lateral and third ventricles.
Haematoxylin and eosin stained sections from the midbrain, frontal and ventricular angiomata showed numerous intercommunicating blood-filled cavernous spaces some of which were thrombosed (Fig. 4) (Fig. 9) and Clark the choroid plexus was adherent to the wall of the temporal horn in several places. The appearances suggested that the angioma might have acquired a secondary blood supply via the choroidal arteries. The pathological diagnosis was therefore cavernous angioma of the right temporal lobe with old and recent haemorrhage.
FAMILY STUDY It is recorded that case 1, when seen in 1945, said there was no history of epilepsy in his family. A recent attempt to construct a family tree has been only partially successful but about 50 close relatives are in good health and there have been no other sudden deaths in the family as far as can be ascertained. Case 1 had four brothers who are all alive. Each has at least four children and many grand-children. Case 2 was the only child of case 1. The two children of case 2, now aged 8 and 6 years, are alive and well. DISCUSSION Noran (1945) reviewed 12 different classifications of intracranial vascular tumours and malformations, some of which included angioblastic meningioma, and he concluded by suggesting a classification of his own. Much of the confusion surrounding this subject in the earlier literature was due to the divers opinions as to which lesions were neoplasms and which malformations, and many reports gave descriptions and illustrations that failed to substantiate the diagnoses made by the authors.
Angioblastic meningioma and capillary haemangioblastoma are now considered to be vascular neoplasms. Vascular malformations of the central nervous system are classified by Russell and Rubinstein (1963) (Wood, White, and Kemohan, 1957) (Fig. 4) .
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inconclusive but the vascular lesion in this condition is a type of venous malformation that is quite different from a cavernous angioma. A familial incidence is established in von-Hippel-Lindau's disease (Nicol, 1957) , but the capillary haemangioblastoma, a true neoplasm, is also quite distinct from the cavernous angioma.
Histological examination of the central nervous system vascular malformations from this man and his daughter showed the typical features of cavernous angiomata. Multiple cavernous angiomata were present in the father's brain but extracranial haemangiomata were not present in either patient. These two cases clearly indicate that cavernous angiomata, which are themselves uncommon, may rarely be familial. These lesions may be the cause of unheralded fatal haemorrhage as occurred in the two young people reported by Hawkins and Rewell (1946), but if the diagnosis of cavernous angioma is made during life removal may be relatively easy (Schneider and Liss, 1958) . Prodromal symptoms may be trivial as they were in the daughter (case 2) who complained only ofheadaches. Despite the rarity of a family history it may, when available, help to establish the diagnosis.
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